to thyroid epithelial cell cytoplasm were present. Thyroxine, triiodothyromine, and basal thyroid stimulating hormone concentrations were normal at 83 nmol/l (normal 60-160 nmol/l), 2-7 nmol/l (normal 1-4-3-0 nmol/l), and 3 mU/I (normal less than 7 mU/l) respectively. The response of thyroid stimulating hormone to thyrotrophin releasing hormone, however, was exaggerated, rising to 42 mU/l at 20 minutes (normal maximum response less than 20 mU/l). She then defaulted from follow up, but six years later (February 1982) a thyrotrophic releasing hormone test showed an even more exaggerated response with the thyroid stimulating hormone rising from 6 mU/l to 90 mU/l at 20 minutes. Her last thyrotrophin releasing hormone test (January 1983) showed a less abnormal response of thyroid stimulating hormone to thyrotrophin releasing hormone with a rise of 6-49 mU/l at 20 minutes, and her prolactin concentration was 520 mU/l. Regular menstruation had restarted, although there was still some slight galactorrhoea. She has at all times been clinically euthyroid with normal thyroxine and triiodothyronine concentrations. Thyroxine treatment has been withheld, partly at her request.
There are two important lessons to be learnt. Firstly, impaired thyroid function is not necessarily progressive. Secondly, a thyrotrophin releasing hormone test may confirm the suspicion of impaired thyroid function when all basal tests including the thyroid stimulating test are normal. SIR,-Pituitary enlargement in hypothyroidism has been recognised for some time, and patients may present with anterior pituitary failure.' Dr C G Semple and others (9 April, p 1202) remark that prolactin concentrations may take many months to return to normal after correction of thyroid deficiency but in our experience this is not always the case. We would like to report two recent cases in which thyroxine replacement rapidly restored normoprolactinaemia and fertility; both patients had primary hypothyroidism presenting as hyperprolactinaemia.
Case 1-A 31 year old woman presented with a three year history of galactorrhoea and oligomenorrhoea. Clinically she was mildly hypothyroid, and this was confirmed by a thyroxine concentration of 24 nmol/l (normal 70-140 nmol/l) and a thyroid stimulating hormone concentration greater than 100 mU/l (normal < 6 mU/l). Serum prolactin concentration was 860 mU/l (normal < 600 mU/l). After two months' treatment with 150 fig thyroxine daily the galactorrhoea had disappeared and serum prolactin concentration was 580 mU/I; but menstruation had not returned. Serum leuteinising isormone concentration was 4400 U/1, however, and a pregnancy test was positive. The pregnancy continues uneventfully, and fetal size suggests conception within the first month of thyroxine replacement.
Case 2-A 25 year old woman had had galactorrhoea and secondary amenorrhoea for two years and was referred as a case of prolactinoma. More recently she had developed typical symptoms of hypothyroidism and was clinically myxoedematous. Serum thyroxine concentration was 29 nmol/l, thyroid stimulating hormone concentration was greater than 50 mU/l, and prolactin concentration was 2550 mU/l. She was treated with 200 jug of thyroxine daily, and normal menses returned after six weeks. At nine weeks serum prolactin concentration was 541 mU/l and thyroid stimulating hormone concentration was normal. At six months she sustained a miscarriage of about nine weeks' gestation. She became pregnant again three months later, and this pregnancy has successfully reached the third trimester.
Thus reproductive function may return rapidly with thyroxine replacement, and if required contraceptive measures need to be taken from the time of starting treatment. April, p 1284) show a commendable concern for the improvement of the treatment of diabetic foot ulcers. Prolonged bed rest in hospital is indeed expensive, and re-currence is common even after cure with plaster of paris boots with a rubber rocker.
May I emphasise that the diabetic ulcer is caused, and relapses, because the tissues are waterlogged and respond badly to trauma. The prime object of treatment should be to dry out the foot and keep it dry. This can be achieved quickly and cheaply in the patient's home. The affected foot is raised to the maximum tolerated height above heart level (vertical leg drainage regimen.' -3 This leads to rigorous dehydration of the foot, and the ulcer heals quickly. This method is especially successful where there is deep sepsis and the presence of a sequestrum. The latter is extruded as part of the healing process.
The main advantage of the vertical leg drainage regimen is the prevention of relapse during the rest of the patient's life. At A 12 month old boy was admitted to our general paediatric ward with a three day history of vomiting, drowsiness, refusal of feeds, and fever. He had been treated by the family doctor with penicillin V 125 mg by mouth four times daily for what was thought to be an upper respiratory tract infection. On admission to hospital he was lethargic and feverish with a temperature of 38 5 C. There was no clinical evidence of meningitis. A lower respiratory tract infection was clinically diagnosed, though not confirmed radiologically. In view of the child's age and clinical presentation a lumbar puncture was performed; the cerebrospinal fluid obtained was normal on microscopy and culture. Throat swab, blood culture, and urine culture were also sterile.
Treatment was started with ampicillin 125 mg intramuscularly every six hours without clinical improvement. Another blood culture taken on day three was again sterile. Ampicillin was stopped after four days of treatment, and as the fever continued and there was no localising sign clinically intravenous cefuroxime was substituted at a daily dose of 80 mg/kg. Another blood culture taken on day five was once again sterile. After five days of intravenous cefuroxime treatment there was no clinical improvement and the patient was still feverish and generally unwell. Treatment was stopped and another blood culture was taken (fourth blood culture). Twenty hours after cefuroxime was stopped the patient was still feverish with a temperature of 39 6"C. A second lumbar puncture was performed and mildly turbid cerebrospinal fluid was obtained. Microscopy showed pleocytosis, and Gram staining showed numerous Gram negative rods. Culture of the cerebrospinal fluid subsequently confirmed the organism to be Haemophilus influenzae type b. On the same day that the second cerebrospinal fluid specimen was obtained the fourth blood culture (taken soon after cefuroxime was stopped) had also grown the same Haemophilus influenzae type b. Chloramphenicol 250 mg four times a day, given at first intravenously and subsequently orally, was started when the report of the microscopy of the cerebrospinal fluid was known. A swift clinical response was seen, and after 30 hours the patient was well, without fever, and feeding normally.
The boy made a smooth, uneventful recovery. At a review in the outpatient department four weeks after discharge no neurological deficit was seen and the parents described the child as being "back to normal." What worried us most was the possibility of this infant having developed bacteraemia and meningitis while being treated with cefuroxime. The dosage used was in accordance with the data sheet instructions. The Haemophilus influenzae isolated was also sensitive to cefuroxime in vitro. The cefuroxime used was not out of date. Collection of blood and bacteriological techniques were performed by standard methods. It was most unlikely that the procedures undertaken during his treatment-namely, lumbar puncture, venepunctures, and infusion cannula-could have been responsible for the septicaemia.
I suggest that when cefuroxime is used in the management of bacterial meningitis this may have to be given in much higher doses than those currently recommended. Intraperitoneal hydrocortisone in eosinophilic peritonitis SIR,-Dr A C T Leung and others (5 March, p 766) report a case of eosinophilic peritonitis associated with continuous ambulatory peritoneal dialysis which responded to treatment with intraperitoneal hydrocortisone. The increasing number of patients treated by continuous ambulatory peritoneal dialysis has resulted in the reappearance of the syndrome of eosinophilic peritonitis, which was first described 15 years ago.' Most workers accept that this syndrome is benign, asymptomatic, resolves spontaneously after a variable time, and does not require any treatment.' I Some authors have even used the term "peritoneal fluid eosinophilia" to describe it., The factor(s) responsible for this eosinophilia and its clinical importance remain unknown.
The patient described by Dr Leung and others had an allergic history, but there was no differential white cell count in the effluent at an early stage. Also there was an initial improvement in white blood cell count when no drugs were used, and only after the first relapse was intraperitoneal hydrocortisone started.
In our unit we have seen dialysate eosinophilia along with peripheral eosinophilia in two patients on continuous ambulatory peritoneal dialysis. Neither of these patients had a previous allergic history. When peritoneal fluid eosinophilia was diagnosed no treatment was given. In the first case the episode cleared spontaneously after seven days. The second patient had two relapses on the 10th and 35th days respectively ( figure) . Finally, the con- dition improved without any treatment and no relapse occurred during six months' follow up. We believe that no treatment is needed in peritoneal fluid eosinophilia even if it reoccurs and that hydrocortisone should be given with caution considering its unknown effects on phagocytosis or the bactericidal action of the peritoneum itself.
A KATIRTZOGLOU P KONTESIS B MOSCHOS G E DIGENIS A SYMVOULIDIS Smoking, lung function, and body weight SIR,-Dr B Nemery and others (22 January, p 249) have shown in a sample of steel workers in Belgium that smokers had significantly lower values of lung function, as measured by forced expiratory volume in one second/vital capacity (FEV,/VC), than ex-smokers and asymptomatic non-smokers. In table II they divided these smokers according to severity of airflow obstruction into smokers without airflow obstruction (FEV1/VC > 66 6>,,) and smokers with airflow obstruction (FEV,/VC< 66 60),). The former group had the same mean ratio (73 40)) as asymptomatic non-smokers (73-90',) . From this observation we might infer that lung function is unaffected among smokers in the absence of severe airflow obstruction. This is not so. 
